Sir,
An uncommon presentation of the ocular ischaemia syndrome The ocular ischaemia syndrome (OIS) is an uncommon condition due to insufficient blood supply to the globe usually secondary to chronic, severe occlusive carotid artery disease and rarely to isolated occlusion of the ophthalmic artery. The syndrome was first described in the 1960s and was referred to as venous stasis retinopathy.1-3 Since OIS can be associated with potentially life-threatening cerebral ischaemia it is a diagnosis which is important not to miss or confuse with other more common conditions such as central retinal vein occlusion or diabetic retinopathy. 4 , s We discuss an unusual presentation of OIS in which a choroidal neovascular membrane (CNVM) was the manifesting diagnosis.
Case report
A 54-year-old man was referred to the Medical Retinal On dilated fundus examination there was peri-foveal subretinal fibrosis with abnormal vessels at the disc margin but without obvious disc neovascularisation (Fig. 1) . Intra-retinal dot haemorrhages were seen in the temporal mid-periphery of both eyes. In addition, the left fundus revealed multiple mid-peripheral pale retinal pigment epithelial (RPE) lesions and a nasal chorioretinal scar. The right macula and disc were normal.
Investigation Result
Investigations are detailed in Table 1 . The most significant findings were of decreased left central retinal artery pressure and bilateral carotid bruits. Fluorescein angiography of the left eye ( Fig. 2a-d ) demonstrated generalised delay and slow filling in both the choroidal and retinal circulations together with the presence of a cilio-retinal artery (Fig. 2a) . A fibrotic CNVM was located near the foveal avascular zone and demonstrated early fluorescein filling ( Fig. 2b ) with late staining and no active fluorescein leakage (Fig. 2c) . Once choroidal flow was established, filling was patchy with areas of retinal non-perfusion in both eyes (Fig. 2d) 
Discussion
Choroidal neovascular membranes in association with OIS have not previously been reported. It is assumed that the CNVM arose secondary to choroidal ischaemia in the context of diffuse ocular ischaemia. OIS is somewhat unusual in younger patients, the average age of presentation being 65 years (range 50-80 years). There is a male preponderance in the ratio of 2:1, with 80-90% of cases presenting in one eye only.4 Additional ischaemic symptoms are common, such as transient ischaemic attacks (TIAs). There may also be cerebral and cardiac ischaemia, peripheral vascular disease, systemic hypertension and / or diabetes. Though the onset of OIS may be symptomless, it usually presents with gradual visual loss over several weeks. Occasionally there may be sudden visual loss, amaurosis fugax, or dull orbital or ocular ache ('eye angina , ).4 , s Patients may report visual loss in bright light or prolonged visual recovery following bleaching,S,6 which can be associated with an abnormal visually evoked response.7 Our patient was extremely vague and initially neglected to report important pieces of information, including previous carotid surgery. This may be a manifestation of global cerebral ischemia due to carotid insufficiency. The most common anterior segment signs are flare with minimal cellular activity, mid-dilated and poorly reactive pupil, rubeosis iridis and hypotony,6.s while the most common posterior segment signs are dilated, but not tortuous, retinal veins, narrowed retinal arteries, mid-peripheral retinal dot and blot haemorrhages, choroidal perfusion defects (best identified by fluorescein angiography) and the presence of a moderate number of cells within the vitreous.6-S Other relatively common signs include wedge-shaped areas of RPE atrophy due to peripheral capillary non-perfusion and / or infarction and both optic disc and pre-retinal neovascularisation?-ll The fluorescein angiographic features of OIS include slow choroidal filling with patchy filling defects,6.7.12 as well as delayed retinal vascular filling with a prolonged arterial-to-venous transit time.
It is well known that ischaemia leads to new blood vessel formation, most probably through the action of angiogenic factors which are released from ischaemic retina.13 These angiogenic factors can also induce development of choroidal new blood vessels in response to choroidal ischaemia.14 This mechanism would explain the CNVM observed in the current case. A second possibility is that choroidal infarctions occurred leaving chorioretinal scars and the observed CNVM occurred at the site of such a scar.
In summary, we have presented an unusual case of OIS complicated by the development of subfoveal CNVM. Thus ischaemia should be considered in the differential diagnosis of macular CNVM in young patients when other more common aetiologies such as multifocal focal inner choroiditis or punctate inner choroidopathy are not present.
